Introduction
Charcot foot disease is commonly associated with diabetic patients. It was first described by J.M. Charcot in patient of tabesdorsalis [1] . Long standing diabetes is one of causative factors in the development of Charcot joint disease. Charcot Osteoarthropathy [COA] is a debilitating disease and sometimes can be limb threatening. It affects joints, bones, and soft tissue of foot and ankle. Various factors like diabetic neuropathy, trauma, and metabolic abnormalities of bone result in inflammatory response which leads to bone destruction, joint destruction, dislocation and deformity [2] . Its prevalence in diabetic patients is 0.4% to 13% [3] [4] . Other than diabetes rheumatoid arthritis, trauma, multiple sclerosis, leprosy, poliomyelitis, alcohol abuse, syringomyelia, heavy metal poisoning, and congenital neuropathies also contribute to the development of Charcot osteoarthropathy [5] [6]. Prevalence of Charcot foot disease is increasing which may be due to new imaging which results in increase in diagnosis [7] . It is common in fifth and sixth decades and more than 80% of them had diabetes for more than 10 years [8] . It is commonly unilateral but it may be bilateral in up to 25% of cases [9] . It presents as swollen, red, hot, and painless foot usually in diabetic patient which may clinch the diagnosis. However, it must be distinguished from trauma, cellulitis, sprain, acute gout, deep vein thrombosis and osteomyelitis [10] . Treatment starts with offloading which is required to prevent progression of disease, while surgery is needed in chronic cases with joint instability or deformity [11] . We present our experience in treating Charcot disease at our tertiary hospital.
Methods
It is a retrospective study from 2005 to 2015 of Charcot foot patients in diabetic patients admitted in King Abdulaziz University Hospital, Jeddah, Saudi Arabia. Sixty four patients were admitted as diabetic foot disease and were studied. Patients admitted for diabetic foot disease in hospital were studied for Charcot joint disease. Collection of data done by reviewing patients files, OPD visits, OR notes and inpatients records. Analysis was done by noting age, sex, nationality, pain, discharge, duration of disease, Duration and types of diabetes IDDM, NIDDM, history of trauma, peripheral vascular disease, obesity, hypertension, co-morbid conditions, previous surgery, involvement of fore foot/midfoot/hindfoot, deformity, ulcer and treatment like casts, offloading devices, pharmacological like biphosphonates, debridement, osteotomy, arthrodesis, exostectomy, and amputation.
Results
Majority of patients were males 81.2% and females 18.8%. Mean age was 61.75 years. Pain was reported by 25% of patients, numbness by 12.5%, foot deformity by 23.4%, discharge by 73.4%, difficulty in walking by 12.5%, and 10.9% had history of trauma. Most common complaints was discharge from foot wound. Majority of patients were NIDDM 68.8%, IDDM 31.3%, 62.5% had DM more than 10 years and 36.9% had DM less than 10 years, controlled DM in 21.9% and uncontrolled DM in 73.4%. Charcot joint disease was prevalent in patients who had diabetes for longer duration. Patients who are controlling their diabetes developed Charcot joint disease. These patients developed Nephropathy in 46.3%, neuropathy in 59.4%, retinopathy in 40.6%, cardiomyopathy in 48.4% and vasculopathy in 56.3%. This is the sequel of long standing diabetes mellitus disease.
Co-morbidities had a role in development of Charcot disease Associated co-morbidities were obesity in 10.9%, hypertension in 83.8%, dyslipidemia in 31.3%, hypothyroidism in 14.1%, immunosuppression in 3.1% of cases, arrhythmia in 3.1% and anemia in 84.4%. Most associated co-morbidity was hypertension. Charcot arthropathy was in 28.1% of cases and forefoot was involved in 65.5%, midfoot in 4.7% and hindfoot/ankle in 21.9%. Forefoot involvement was found in majority of our patients. X-rays showed subluxation in 40.6%, dislocation in 54.7%, disorganized foot joints in 42.2%, bone resorption in 23.4%, osteomyelitis in 14.1%, fractures in 50%, joint collapse in s39.15 and destruction of articular surfaces in 37.5%. Common pathology in our patients were subluxation and dislocation in forfoot joints.
Debridement was done in 25% of cases while 75% of patients underwent some sort of amputation. 14.1% of patients underwent above knee amputation, 10.9% below knee amputation, 10.9% transmetatarsal and 39.1% toe amputation (Figures 1-14) . 
Discussion
Pathogenesis of Charcot foot disease is multifactorial. In diabetes polyneuropathy is one of initial event in Charcot osteopathy. Sensory neuropathy results in decreased sensations and repeated microtrauma results in hyperemia and ultimately destruction of joints. Motor neuropathy causes decreased strength of intrinsic and extrinsic muscles resulting in deformity which further causing abnormal plantar pressures and abnormal collagen formation [12] . Autonomic neuropathy leads to increased perfusion and increased osteoclast activity resulting in osteopenia and pathologic fractures [13] . Incidence is equal in both sexes. Patients who are at high risk of developing Charcot arthropathy are poorly controlled diabetes more than 10 years, neuropathy and trauma [12] . Charcot neuroarthropathy is classified into many groups to tailor treatment. Eichenholtz classification of neuropathy divides into three stages, 1-development where subluxation, osteolysis and fracture occur, stage-2 coalescence where resorption of debris and fusion of fracture occur and stage-3 where healing and hypertrophic bone formation occur [14] . Sella and Barette introduced five stages, stage-0 has pain, erythema, oedema, warm foot. Stage-1 osteopenia, erosions, diastasis, stage-2 subluxation, stage-3 dislocationand joint destruction and stage-4 which is characterized by healing and hypertrophic bone formation [15] . Sanders-Frykberg classified anatomically into five patterns, 1-forefoot, 2-Tarsometatarsal joint, 3-Talonavicular, calcaneocuboid and naviculocuneiform, 4-ankle joint and 5-calcaneus [12] .
Mean age of our patient was 61.4 years which is near similar to studies of Sanders et al. where it was mid fiftees [12] and 63 years in study of Min et al. [16] . Charcot foot disease is commonly found in elder population. In our study majority of patients were males 81.2%, and females 18.8% while Min et al. reported males 97.1% [16] . This again confirms the fact that diabetic foot disease is a disease of middle age and Charcot neuroarthropathy develops in long standing diabetic foot disease. Males are commonly involved in Charcot disease as they are commonly do the manual work and spend long time in doing physical work related to their profession. Twenty five percent patients complained of foot pain in our study while Baglioni, Botek, and Petrova et al. reported pain in less than 50% of cases [17] - [19] . Since patients with Charcot neuroarthropathy have neuropathy so less number of our patient reported pain. 62.5% of our patients had diabetes for more than 10 years which is similar to studies of Leung et al. and Samann et al. [4] [20] . X-rays were used to diagnose bony changes in Charcot patients. Initial X-rays were normal and patients had only soft tissue deformity. 28.1% of diabetic patients had Charcot foot disease in our patients which is quite high percentage. Forefoot was involved in majority of our patients 65% followed by hind foot and midfoot. Offloading was non operative management and commonly it was foot wear. The gold standard of off-loading is the total contact cast [11] [21] . Arthrodesis of joints is another option for treatment. Surgery in the form of debridement and amputation was offered in majority of our patients. Majority had toe amputation followed by below knee amputation.
Conclusion
Diabetic patients with Charcot joint disease pose great challenge in management. Emphasis should be given for early detection, investigations and prompt treatment. Treatment should be tailored according to stage of disease and patient occupation.
